The concept that chronically undertreated inflammation can progress to irreversible bowel damage (strictures and fistulae leading to surgery) is currently well accepted in Crohn disease (CD) and has resulted in a therapeutic paradigm shift towards earlier and more aggressive therapies in order to prevent disease progression [1] . It is, however, unknown whether ulcerative colitis (UC) presents the same tendency to progress to irreversible bowel damage or which factors could be associated with this progression. Being a "solely" mucosal disease, UC is not typically accompanied by the stricturing and fistulizing complications seen in CD, and there is an intuitive tendency among physicians to consider it a less aggressive or destructive disease as compared to CD [2] . Need for hos-Gouveia/Torres GE Port J Gastroenterol 2018;25:59-61 DOI: 10.1159/000481891 60 functional consequences of these manometric changes are not well clarified and could partly explain the fact that even patients with mucosal healing may maintain symptoms of altered stool frequency and consistency [8] .
Despite the growing interest in this topic, there are still few studies that have systematically assessed such potential complications of UC and have tried to correlate them with functional consequences. In this issue of GE -Portuguese Journal of Gastroenterology, Massinha et al. [9] presented a retrospective study including 104 patients with UC, currently living in a tertiary referral hospital area, in whom they evaluated the presence of structural and functional bowel damage.
They included patients with UC diagnosed between January 1, 2000, and December 31, 2004, living in the direct referral area of the hospital. In their sample, 47% of the patients were female, and the mean age at diagnosis was 38 ± 17 years. Disease distribution was well established (24% proctitis, 57% left colitis, and 19% pancolitis). Regarding the therapeutic agents used, 56% of the patients needed corticotherapy, 38% immunosuppressants, and 16% anti-TNF. The mean follow-up time was 13 ± 2 years. For the purposes of this study, structural damage was defined as the presence of "lead pipe" colon, stenosis, pseudopolyps, and fibrous bridges. To evaluate the functional consequences of disease, anorectal dysfunction was evaluated using 2 questionnaires -the Cleveland Clinic Incontinence Score (CCIS) and the Fecal Incontinence Quality of Life (FIQL). The CCIS is a clinical score that evaluates incontinence, classifying patients with severe, moderate, and mild incontinence by analyzing the type of incontinence (solids, liquids, and gas), frequency (never, rarely, occasionally, often, or always), and alterations in lifestyle (never, rarely, occasionally, often, or always). FIQL is a score that evaluates quality of life regarding fecal incontinence, composed of 29 questions, with 4 different domains (lifestyle, behavior, depression, and embarrassment).
In the population presented by Massinha et al. [9] , proximal disease extension was found in 12% of the patients, strictures in 3%, pseudopolyposis in 16%, and bridging fibrosis in 3%, and 15% of the patients presented a "lead pipe" colon on colonoscopy. Interestingly, anorectal dysfunction was reported in 49% of the patients, as evaluated by the CCIS score, 10% of which had persistent symptoms of incontinence. The authors went on to evaluate which clinical factors were associated with both structural damage and anorectal dysfunction. They found that those patients who needed corticosteroids (p = 0.001), immunosuppressants (p < 0.001), and anti-TNF (p = 0.002) had an increased incidence of structural damage and anorectal dysfunction. Although not a direct proof, these findings suggest that those who present a more severe disease, with a possibly higher inflammatory burden, are those at greater risk of developing complications. They also found a correlation between structural damage and anorectal dysfunction (p < 0.05), again suggesting that there is some support to incorporate the concept of bowel damage into UC. No correlation between age and anorectal dysfunction was observed.
The authors are to be congratulated for expanding our knowledge on this particular area, where a lack of studies clearly exists. By evaluating the presence of structural and functional consequences in their population, they were able to provide additional evidence regarding chronic colonic complications in patients with UC, placing us one step closer to understanding progressive bowel damage in these patients.
However, this study has some limitations. The followup time was relatively short, given that complications associated with bowel damage can theoretically increase with cumulative mucosal inflammation. Besides, patients with longstanding disease are more likely to accumulate structural and functional damage, and, therefore, it would have been of value to evaluate disease duration contribution to cumulative bowel damage. Additionally, no adjustment for gender, parity, or other comorbidities known to be associated with a higher risk for incontinence was made. Although the authors state that the scores were applied prospectively and during inactive disease, there is always the possibility of recall bias from patients. Indeed, the authors report that references to functional anorectal disorders were identified in 49%, which were, however, mostly previous episodes of self-limited incontinence. Patients with clinically active disease present a reduction in rectal compliance, and rectal hypersensitivity, and, therefore, may experience symptoms of urgency, tenesmus, and incontinence, which could be misinterpreted as anorectal dysfunction, leading to a much higher rate of complications. Nevertheless, 10% of the patients presented persistent incontinence, which, in our opinion, is a high figure that well reflects this unacknowledged complication of UC. Despite potential limitations, and being a relatively small-sampled study, performed in a tertiary center, the authors evaluated the prevalence of structural and functional complications in their population of patients with UC; therefore, this study is very valuable since it raises attention and awareness for the potential of UC to cause bowel damage.
In conclusion, there is growing evidence that UC may progress to chronic bowel damage. The present study adds another piece of evidence to this field and reinforces the need for further prospective studies of at-risk subjects, with a more precise functional evaluation of anorectal dysfunction, using manometric studies and eventually MRI.
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